caused by a RASA1 mutation in many patients, while KTS is caused by a PIK3CA somatic mutation (4, 5) . Therefore, the use of combined eponyms, such as "Klippel-Weber" or "Klippel-Trenaunay-Weber," is confusing and should be avoided.
6. The focus of the report was the management of the patient's acute presentation. However, the etiology of the thromboembolism was not clearly elucidated. Acute thromboemboli in patients with KTS and other syndromes with phlebectasia typically originate in the marginal venous system or ectatic pelvic, mesenteric or other veins. To reduce the risk of thromboembolism, the use of endovascular closure of the large anomalous veins is recommended, preferably in early childhood (3) .
We believe that the diagnosis of KTS in the presented patient is incorrect. Unfortunately, misdiagnoses in the field of overgrowth syndromes with complex vascular anomalies are frequent, particularly concerning KTS (6) . It is superfluous to stress the value of conducting accurate analyses of the clinical and imaging findings of various vascular anomalies and using proper terminology.
